creases cardiovascular reactivity as measured by pressordepressor responses to a variety of drugs (I). The suggestion has been made that this phenomenon is due eitirely to loss of compensatory cardiovascular reflexes (2) . One of the most important of these, the loss ,of which enhances arterial pressure responses, is the carotid sinus buffer mechanism (3-5). Our objective was to determine whether the increase in reactivity that follows injection of ganglioplegics paral- of 500 mg of procaine or 200 mg of xylocaine. Occlusion of both common carotid arteries was accompanied by marked increase in heart rate; after administration of ganglioplegic agents the cardiac response along with the pressor response was greatly reduced or abolished.
With development of tolerance to the ganglioplegics, the resting heart rate regularly showed progressive slowing until it was one-third to one-half the control value; the pressor response to carotid occlusion was usually accompanied by moderate increase in heart rate but this was not a regular event. This chronotropic response was, when present, usually small and did not parallel augmentation of response to pressor drugs, implying that the pressor response to carotid occlusion during tolerance to ganglioplegics does not depend to a large degree upon cardiac acceleration.
When large doses of ganglioplegics had effectively reduced the response to carotid occlusion, and some augmentation of response to pressor agents had occurred, prostigmine (I mg) or a prostigmine analog and pseudocholinesterase blocking agent, 2-hydroxy-5-phenylbenzyl trimethylammonium bromide dimethyl carbamate (RO 2-683) (0.5-1.5 mg) given intravenously usually caused a slow, prolonged rise of 20-50 mm. Hg in arterial pressure and increase in response to carotid occlusion-occasionally to the cont.rol level. Simultaneously, the already augmented response to noradrenaline was either unaltered or reduced. The antipseudocholinesterase was ineffective in some experiments.
When tolerance had become established, prostigmine in repeated doses of 0.5 mg caused rises of arterial pressure of about 50 mm Hg which did not persist. With return of pressure to control levels, it was found that the occlusion reflex was unchanged but, after half an hour, tended to increase. Responses to norepinephrine and angiotensin were first reduced but then tended to increase. Response to serotonin was often reversed from pressor to depressor.
Eject of TEAC on sfiontaneous electric activity in the inferior cardiac nerve. In three cats and two dogs, spontaneous activity was measured from the cut central end of the left inferior cardiac nerve. Normal activity in this postganglionic nerve was pulsative and was respiratory modulated.
Total activity increased sharply during the response to carotid occlusion and disappeared transiently with release of the carotid clips ( fig. 2) 
